Abstract A 45 year old farmer was kicked in the chest by a horse. In the days following the injury episodic breathlessness developed and he was admitted to hospital with right ventricular failure and pulmonary emboli. Echocardiography showed global right ventricular dysfunction but a right ventricular mural thrombus, the likely source of the pulmonary emboli, was not seen. He gradually recovered after treatment with anticoagulant. One month later he presented with a further complicationcomplete atrioventricular dissociationthat required a dual chamber pacemaker implantation.
showed global right ventricular dysfunction but a right ventricular mural thrombus, the likely source of the pulmonary emboli, was not seen. He gradually recovered after treatment with anticoagulant. One month later he presented with a further complicationcomplete atrioventricular dissociationthat required a dual chamber pacemaker implantation.
This patient had few initial manifestations of right ventricular myocardial contusion and this case illustrates that such patients should be closely monitored for delayed complications.
(Br Heart J 1992;68:529-30) Non-penetrating injuries often cause myocardial contusion, the reported incidence ranges from 8%' to 76%2 and reflects the variable criteria used. Because the right heart is nearer the sternum it is more often affected than the left. Motor tions. There was a small right basal pleural reaction but chest and rib x rays showed no sternal or rib fractures. The skin grazes were cleaned and dressed, and oral dihydrocodeine was prescribed before the patient was discharged.
Two days later he returned to the same casualty department with continuing sternal chest pain, which had not responded to dihydrocodeine, and mild ankle swelling. Despite stronger analgesia his non-cardiac chest pain remained troublesome and in addition he began to experience paroxysms of severe breathlessness. When he re-attended one week later he was dyspnoeic at rest and was admitted. He was pyrexial (38°C) with tachycardia of 140 per minute. The jugular venous pressure was raised to ear level and his blood pressure was 120/70 mm Hg. A gallop rhythm was audible and chest auscultation showed scattered bilateral basal crepitations with reduced left basal air entry. Sacral oedema and gross ankle oedema were present. His blood count was normal apart from a raised white cell count of 14 6 x 109/l (83% neutrophils). Chest x ray showed bilateral basal pleural effusions, a considerable increase in the prominence of hilar vascular shadows and an enlarged cardiac silhouette (though this was not globular). An electrocardiogram showed sinus tachycardia (130 beats per minute), a right bundle branch block pattern, and an inferior infarct pattern. Despite treatment with intravenous diuretic his condition deteriorated. He became hypoxic (Po, [6] [7] 
